SUMMARY The aim of the present study was to determine whether changes in orocaecal transit time (OCTT) affect the magnitude of the breath hydrogen (H2) excretion after ingestion of unabsorbable carbohydrate. We studied eight healthy subjects by interval sampling of end expiratory H2 concentration for 12 hours after ingestion of: (1) 
Breath hydrogen (H2) tests in the form of interval sampling of end expiratory H2 concentrations are widely used in studies of carbohydrate absorption. Quantitative estimates of the amount of carbohydrate malabsorbed from a given test meal is generally obtained by comparing the areas under the breath H2 excretion curves after different meals or by comparing with the area obtained after a given dose of the non-absorbable disaccharide lactulose.'1 This procedure implies that extrapolation of data from the more simple interval sampling of H2 concentrations7 to quantitative measurements of total H2 excretion' is valid. It 
Results
Our results are summarised in the Table. A significant shortening of OCT1 was observed after metoclopramide (p<0-01) and OCTT's were significantly increased after diphenoxylate (0-01<p<0-05) (Figure, Table) . The difference in OCT17 between 10 g lactulose and 20 g lactulose was significant (0-01<p<0-05) (Table) . Irrespective of method of calculation, for the same dose of lactulose the changes in AUC's or peak-H2 when metoclopramide or diphenoxylate was given were not significant (p>0-10). There was, however, a tendency towards lower H2 excretion after diphenoxylate (Table) . Similarly, there were no significant changes in timing of the peak-H2 value when metoclopramide or diphenoxylate was given (p>O-10) (Table) . Irrespective of whether metoclopramide or diphenoxylate was taken, there was no overall correlation between OCTT and H2 production for each dose of lactulose (p>0-50). The AUC's and H2-peaks of the initial 10 g lactulose load and the 10 g lactulose load used for randomised comparison were not significantly different (p>O.10), and indicated no change of the overall H2-excretion pattern during the study. Apart from one subject complaining of moderate borborygmia after 20 g lactulose, the gastrointestinal symptoms were scored as none or mild in all studies with no differences between the test meals. No adverse drug reactions were noted.
Discussion
The present findings indicate that significant changes of the OCTT do not significantly influence the H2 excretion as measured by interval sampling of end expiratory H2 concentrations after different lactulose loads. There were no indications of changes in the overall H2 excretion pattern during the study period, and the results are not likely to be explained by colonic adaptation or other period effects. There is no evidence suggesting an effect of metoclopramide or diphenoxylate/atropine on colonic bacterial metabolism and metoclopramide seems to have little effect on motility of the large intestine.'7 The lactose content of the tablets was negligible and irrelevant. Although the material is small and the data show rather large variation, it seems justified to conclude that the OCT17 per se, within the ranges observed, does not significantly influence the overall pattern of H2 excretion. Quantitative estimates of carbohydrate malabsorption, whether expressed as AUC's or peak increments of H2 production, may therefore be widely independent of the OCTT's of the substances compared. There was, however, a tendency towards lower H2 excretion after diphenoxylate, but no tendencies were apparent after metoclopramide, although this substance had the greatest effect on OCT17. We cannot, however, exclude the possibility that more extreme differences in transit times may unmask an influence on H2 excretion in a larger sample size, and it is not possible to control all conceivable confounding factors in a study like this.
It is essential for the validity of breath H2 tests that the H2 response to a given load of malabsorbed carbohydrate is rather insensitive to changes of the OCIT within physiological ranges. This is so because: (1) One of the main determinants of OCT17 is indeed the malabsorbed amount of carbohydrate itself. '8 
